PPRORl is frequently associated with pulmonary hypoplasia. Some infants, however, do survive and our aim was to determine the incidence of impaired lung grorvth and its relationship t o chronic respiratory morbidity in these children. 53 pregnancies complicated by PPROR.1 before 32 weeks gestation were studied. Of these, there were 2 termination, 2 spontaneous abortions, 1 utrauterine death, 22 neonatal deaths, and 26 were discharged home. Of these 26, 5 were lost t o follow up. The remaining 21 had a mean gestation of 32 weeks (range 25-41), mean rupture of membranes (RORI) a t 24 weeks (range 15-32) and mean duration of ROhl of 8 weeks (range 1-20). The mean length of follow up was 15 months (range 6-22). Only 5 infants (4 of whom were ventilated) had recurrent respiratory problems. These infants were born more prematurely than the asymptomatic infants (p<O.05). Only 3 children required hospital admission for chest related disorders and all 3 suffered with recurrent respiratory symptoms. No relationship was found between either recurrent symptoms or hospital admission and duration or length of membrane rupture. At one year, abnormal lung vol~imes were only found in the symptomatic ventilated infants, except for 2 infants who had very early onset and prolonged duration of RORI. IVe conclude that chronic respiratory morbidity following PPROAI relates to the gestation a t birth and neonatal ventilation and only in extreme cases to the duration and onset of membrane rupture.
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STUDIES OF ENDOTOXIN (LPS) INDUCED

P o s t i n f e c t i o u s e n c e p h a l o m y e l i t i s (PE) i s a w e l lknown c o m p l i c a t i o n o f v i r a l i n f e c t i o n s s u c h a s m e a s l e s , r u b e l l a o r v a r i c e l l a . The p a t h o g e n e s i s o f t h e s e comp l i c a t i o n s is s t i l l u n c l e a r . The a b s e n c e o f i n f e c t i o u s v i r u s o r v i r a l a n t i g e n s from c e r e b r o s p i n a l f l u i d (CSF) and b r a i n t i s s u e s l e d t o t h e a s s u m p t i o n t h a t PE n i g h t b e a T cell-rnediat e d a u t o a l l e r g i c p r o c e s s r e s e m b l i n g e x p e r i m e n t a l a u t o a l l e r g i c e n c e p h a l i t i s (EAE) .
I n t h i s s t u d y , we have i n v e s t i g a t e d t h e l o c a l T c e l l r e s p o n s e i n 5 c h i l d r e n w i t h PE (2 x m e a s l e s e n c e p h a l i t i s , 1 x r u b e l l a e n c e p h a l i t i s , 2 x v a r i c e l l a c e r e b e l l i t i s ) . T c e l l s Hero d i r e c t l y c l o n e d from CSF e x u d a t e c e l l s by l i m i t i n g d i l u t i o n i n t h e p r e s e n c e o f i r r a d i a t e d f e e d e r c e l l s and ZL-2. A v a r i a b l e p r op o r t i o n of T c e l l c l o n e s and l i n e s bras f o u n d t o r e a c t s p e c i f ic a l l y t o v i r a l . a n t i g e n s i n e i t h e r c y t o t o x i c i t y o r p r o l i f e r at i v e a s s a y s . Responses t o b r a i n a n t i g e n s ( m y e l i n b a s i c p r o t e i n , q a l a c t o c e r e b r o s i d e s , g a n q l i o s i d e s ) !/ere n o t s e e n . These obs e r v a t i o n s s t r o n g l y a r g u e a g a i n s t t h e a u t o a l l e r g i c h y p o t h e s i s . The r e s u l t s a r e nuch more c o m p a t i b l e w i t h t h e d i r e c t i n v a s i o n o f t h e CNS by t h e i n f e c t i n g v i r u s e s . W e performed a m u l t i c e n t e r randomized t r i a l t o i n v e s t i g a t e t h e e f f e c t of a bovine s u r f a c t a n t p r e p a r a t i o n (SF-RI 1 ) on t h e t r e a tment o f r e s p i r a t o r y d i s t r e s s syndrome i n 69 preterm i n f a n t s l e s s than 30 weeks o f g e s t a t i o n . 34 i n f a n t s were t r e a t e d with 50 mg/kg b i r t h weight o f SF-RI 1 with a maximum o f 4 doses. S e r a of a l l c h i l d r e n were c o l l e c t e d before a s well a s 2, 4 and 6 weeks a f t e r t h e i n i t i a l treatment. 71% o f t h e exspected number o f s e r a was o b t a i n e d and t e s t e d f o r t h e presence of a n t i -s u r f a c t a n t a n t i b o d i e s u s i n g a n ELISA with a d e t e c t i o n l i m i t of 1 0 ng/ml spec i f i c antibody. Anti-surfactant a n t i b o d i e s could n o t be d e t e c t e d i n any of t h e serum samples. T-cells from p a t i e n t s with s u r f a c t a n t treatment were t e s t e d by 3H-thymidine i n c o r p o r a t i o n f o r t h e induction of a p r o l i f e r a t i v e response t o SF-RI 1 2 t o 70 days a f t e r t h e i n vivo a p p l i c a t i o n . SF-RI 1 a l o n e d i d n o t s t i m u l a t e T -c e l l s from t h e s e p a t i e n t s i n v i t r o .
Mitogen induced T-and B-cell a c t i v a t i o n i n v i t r o was found t o be a l t e r e d i n t h e presence of SF-RI 1. Conclusion: No immune responses could be d e t e c t e d a f t e r i n vivo a p p l i c a t i o n o f SF-RI 1 though i n v i t r o immune f u n c t i o n s a r e a lt e r e d i n t h e presence of bovine s u r f a c t a n t .
PATTERNS OF ABNORMAL CEREBRAL ENERGY METABOLISM FOLLOWING BIRTH ASPHYXIA. James Moorcraft, Nicholas M. Bolas, P e t e r L. Ho e , N . Kevin I v e s . Bheeshma 40 Rajagopalan, P h i l i p S:tton, George K. Radda. U n i v e r s i t v of Oxford. John R a d c l i f f e H o s o i t a l . Deot of P a e d i a t r i c s , and MAC C l i n i c a l Magnetic Resonance Unit, Oxford, England. Phase modulated r o t a t i n g frame imaging (PMRFI) was used t o study 23 asphyxiated neonates o f g e s t a t i o n 34-42 (median 40) weeks by phosphorus magnetic resonance spectroscopy (MRS) a t 1-16 (med. 4) days o f age. Six i n f a n t s with s e v e r e encephalopathy had g l o b a l phosphocreatine/inorganic phosphate (PCr/Pi) r a t i o s o f 0.18-0.86 (med. 0.59) and g l o b a l Pi/adenosine t r i p h o s p h a t e (Pi/ATP) r a t i o s o f 0.5-1.59 (med. 0.64). PMRFI d a t a showed a progressive r i s e i n Pi/ATP i n s l i c e s 1 and 2 cms below superf i c i a l b r a i n t i s s u e . Seventeen i n f a n t s w i t h mild o r moderate asphyxia had median g l o b a l PCr/Pi of 1.62 and Pi/ATP o f 0.35, and PMRFI d i d n o t show any c o n s i s t e n t p a t t e r n o f changing energy metabolism with depth. However, many i n d i v i d u a l i n f a n t s ( e . g . I n f a n t A, g l o b a l Pi/ATP 0 . 2 7 ) had f o c a l a r e a s o f impaired rnetabolism although ultrasound and conventional MRS were normal. 
